Hamster cells transformed in vitro by the Bryan (RB Iz) and the Schmidt-Ruppin (RS 2) strains of Rous sarcoma virus were studied for the presence, at their surface, of the virus-induced surface antigen (VISA). VISA expression, as detected by an in vitro colony-inhibition test, was higher in the RS 2 cells than in the RB I2 cells. Cytotoxic antisera directed against the two kinds of cells cross-reacted. Chicken cells infected by a non-transforming virus (RAV-I) did not elicit the appearance of detectable cytotoxic antibodies in hamsters.
* i ml of heat-inactivated (56 °C, 30 min) cytotoxic antiserum was incubated under constant shaking with Io 7 WIRA or BHK 2I/I3 cells, as indicated (IO min at 4 °C, 50 min at 37 °C). o'5 ml of guinea-pig serum (complement), diluted I/2-5 in PBS (phosphate-buffered saline, lacking Ca z+ and Mg z+) was incubated for 60 rain at 4 °C with 2 x io 7 target cells irradiated at 5ooo R with [°°Co]-7-rays.
I" Cloning efficiency is the ratio : number colonies/number cells seeded. Cloning efficiency of control cells treated with non-immune serum (8 to z5 %) is taken as 1.
hamsters; (--), R, B and SR antisera were produced in animals immunized with uninfected, RAV-I infected, B-RSV [RAV-i] or SR-RSV infected BLE cells respectively; at the time of injection in hamsters, more than 5o% of the B-RSV[RAV-IJ and SR-RSV infected BLE cells were converted morphologically to transformed Rous cells. Hamsters received 5 (rat and chicken cells) or 3 (SR-cl 2 cells) bi-weekly injections of Io 2 to ~07 cells; sera were taken one week after the last injection from animals developing no tumours.
Colony inhibition tests performed with anti-XC hamster cytotoxic serum (Table I ) indicated that whereas the cloning efficiency of RB I2 cells was slightly, although significantly, affected by incubation with the antiserum, RS z cells were highly sensitive to the cytotoxic antibodies elicited by XC cells. Although one cycle of adsorption on WIRA cells did not eliminate anti-rat antibodies, cytotoxic antibodies directed against hamster histocompatibility antigens were either absent or completely removed from anti-XC serum by one cycle of adsorption on BHK 2I/I3 cells. The results in Table I also suggest that the sensitivity of XC cells to anti-SR-cl z hamster serum, adsorbed on uninfected rat cells (WIRA), was comparable with the sensitivity of RS 2 cells to anti-XC hamster serum adsorbed on uninfected hamster cells (BHK 2I/I3).
In order to test whether the above results were due to a virus-strain specificity of the RSVinduced surface antigen, RB ~z[I, RB IZ/5, RS 2/3 and RS z/Io cells were treated in parallel with (--), R, B or SR hamster antisera (see above, Table 2 ). While SR antiserum was poorly cytotoxic against both RB ~2 and RS 2 cells, RS 2 cells appeared to be much more sensitive than RB I2 cells to the cytotoxic action of B antiserum. This unexpected observation seems to rule out any virus-strain specificity of the RSV-induced surface antigen on RB I2 and RS 2 cells. If we may assume that cells of the RB I2 subclones contain no RAV-I genomes (Montagnier & Vigier, I967) , then insensitivity of RB ~z/I and RB I2/5 cells to R anti-Cells RB I2/1 RB I2/5 Table I and Table 2a .
serum (Table 2a) can be explained by an absence, at the surface of RAV-I-infected chicken BLE cells, of surface antigens cross-reacting with antigenic sites present on the membrane of RB I2 ceils. Alternatively, surface antigens induced in chicken cells by RAV-I may not elicit the cytotoxic antibodies in hamsters which would differentiate them from classical VISA. Contrary to other observations (Vigier & Bataillon, 197I ; Bataillon, 1973 b) 
